The purpose of this study was to set-up a battery of behavioral tests to assess sensorimotor and cognitive deficits following a moderate traumatic brain injury (TBI) in rats. Coordinated walking ability was evaluated in an accelerated rotarod test. Vestibulomotor function and fine motor coordination were assessed by using a beam-walking task. Rotarod and beam-walking performances were both altered in injured rats compared to sham-operated and control rats. A more pronounced and longerlasting deficit was measured in the beam-walking test. Cognitive function was studied by using the Lashley maze paradigm. A spatial localization deficit was significant for 4 weeks posttrauma in TBI rats. The beam-walking task and the Lashley maze are robust and sensitive methods in detecting sensorimotor and cognitive impairment after TBI in rats, respectively. These tests are proposed for evaluating the ability of new pharmacological agents to improve the functional recovery after a TBI in rats.
INTRODUCTION
It is well-established in humans that traumatic brain injury (TBI), regardless of its level of severity, results in significant disabilities due to its attendant neurobehavioral deficits. Persistence of disability varies as a function of the severity of injury, the severity being defined by the acute injury characteristics and not by the severity of symptoms at random points after trauma (Alexander, 1995; Dixon et al., 1999) . Motor and cognitive dysfunction are well-recognized consequences of moderate to severe traumatic brain injury in humans. Motor impairments may persist for years after moderate-to-severe TBI and may play an important role in the initial recovery phase. Cognitive dysfunction appears to be the most prevalent functional deficit and may endure for years even after a mild injury (Adelson et al., 1997; Levin et al., 1979; Lindner et al., 1998; Oddy et al., 1985) .
Animal models are necessary to further the understanding of the pathophysiological mechanisms associated with TBI and to determine appropriate pharmacological treatments (Gennarelli, 1994; Sobloski, 1996) . Many techniques have been used to model one or more aspects of human TBI in adult rodents, such as fluid percussion (Dixon et al., 1987; McIntosh et al., 1989) , weight drop (Feeney et al., 1981) , and controlled cortical impact (Dixon et al., 1991; Lighthall et al., 1989) . Interestingly, the lateral fluid percussion model produces pathophysiological changes qualitatively similar to those described in humans and allows prediction of the severity of injury and the extent of brain damage (McIntosh et al., 1989; Toulmond et al., 1993) .
The evaluation of therapeutic interventions optimally requires the ability to measure chronic behavioral outcomes (Levin and Eisenberg, 1991; McIntosh et al., 1996; Pierce et al., 1998) . Whereas much has been learned about the cellular and molecular basis of brain injury, the ability of animals to recover rapidly after injury leads to a difficult assessment of the functional responses (Goldstein and Davis, 1990 
